A 26 year old man with no previous history of convulsions presented in status epilepticus and severe lactic acidosis. He regained consciousness and the acidosis resolved after several hours of conservative management without intravenous bicarbonate, but he developed severe myalgia associated with marked elevation of creatine kinase and moderate raised plasma creatinine levels which resolved spontaneously after 3 days.
Introduction
Lactic acidosis is generally regarded as a serious disorder, resulting from a variety of causes. We report on a man who developed severe lactic acidosis and rhabdomyolysis following convulsions, in whom there was a spontaneous recovery. tion for the metabolic acidosis in the present case was also reported by Orringer et al.' following a single grand-mal seizure of 30 to 60 seconds duration, and might be the consequence of suppression of the respiratory centre after the convulsion, although the use of diazepam in our patient could have compounded this effect. The low level of serum potassium in the current case is an important hallmark of metabolic acidosis secondary to lactic acidosis.' Alcohol intoxication was suspected in this case but not proven, although such severe lactic acidosis is not in fact expected with ethanol abuse.4 On the other hand prior alcohol consumption may have been implicated in the rhabdomyolysis, despite the absence of circulating ethanol at the time of admission.5
The mechanism of lactic acidosis following seizures is thought to be the consequence of local muscle hypoxia and increased production of pyruvic acid, which is normally in equilibrium with lactic acid. Resolution is thought to occur predominantly due to aerobic metabolism leading to reduced production of lactic acid and enhanced gluconeogenesis, although renal clearance may also be a factor.3 In this regard, the elevation of plasma creatinine and creatine kinase may reflect transient rhabdomyolysis-induced renal impairment.5'6 which could have delayed the return of serum lactic acid levels to normal for more than 2 days.
It would appear that whilst severe lactic acidosis and extensive muscle damage can accompany status epilepticus, these disturbances may be self-limiting and do not require specific corrective therapy. 
